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In recent years, BSE cases with atypical molecular and/or neuropathological 1 phenotypes have been reported in several European countries, in North America and Japan 2 (12, 13, 17) . Atypical BSE cases are currently classified into two types -L-type and H-type - Both these atypical BSEs were experimentally challenged in different hosts, including 8 cattle, sheep, monkeys, and wild-type or transgenic mice. All together these experiments have 9 demonstrated the infectious nature of such BSE cases and the existence of at least three 10 distinct major prion strains in cattle. However, recent studies have indicated that L-type BSE 11 may acquire phenotypic features similar to those of classical BSE after inoculation in an ovine 12 transgenic (tg338) mouse model or in inbred wild-type mice (4, 8) . This supports the 13 hypothesis that sporadic forms of BSE were possibly at the origin of the classical BSE 14 epidemic in cattle.
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The Syrian golden hamster has already proved to be a useful experimental model for 16 studying the infectious agents involved in some transmissible spongiform encephalopathies 17 (TSEs). The initial isolation of two biologically different prion strains, associated with distinct
18
PrP properties, in transmissible mink encephalopathy (TME), was first achieved in hamsters 19 (5) . Surprisingly, bioassay studies in hamsters, after challenge with classical BSE from cattle, 20 were inefficient (11, 21) . This was attributed to the existence of a so-called "species barrier", 21 a concept based on the observation that transmission of prion diseases between different 22 species is typically far less efficient than within species (10) . In the present study, we investigated the susceptibilities of Syrian golden hamsters to 1 TSEs from cattle, including the three naturally occurring types of BSE (classical, H and L-2 types), as well as an original isolate of TME that had been experimentally passaged into cattle 3 (15). For comparison in an homologous model, we also challenged bovinized transgenic mice 4 (BoPrP-Tg110) (9) with these four cattle isolates.
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The cattle TSE isolates used as inoculums in this study have been described previously 6 (1). respectively were found dead, the others being sacrificed for welfare reasons towards the hamsters is not likely attributable to major differences in the infectious titers of the inoculums,
12
as they were readily transmitted to bovinized transgenic mice (Table) , with 100% attack rates,
13
as previously described (4, 7, 16 ~14 kDa C-terminal PrP res fragment, as previously described (2, 6, 16).
10
The analyses of PrP res glycoform ratios in the brains of terminally-affected hamsters
11
( Figure 2A) showed that L-type BSE and TME-in-cattle were indistinguishable (p=1), but cross-species food-borne transmission of L-type BSE as the origin of TME.
5
Our findings also show that the absence of transmission of classical or H-type BSEs 6 from cattle to hamsters is the result of a "strain barrier", rather than a "species barrier" 7 between cattle and hamster, that could be readily bypassed by L-type BSE or TME-in-cattle in 8 our study. The lack of transmissibility of classical BSE from cattle to hamsters and its 9 efficient transmission after a first passage in C57Bl/6 wild-type mice are consistent with 10 previous studies (11, 20, 21 recently identified form of BSE in cattle. Legends to table and figures   1   Table   2 TSE sources injected into Syrian golden hamsters and bovinized transgenic mice (BoPrP-3 Tg110) and the resulting transmission data. 
